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1. Introduction 
Methylphenidate is one of the drugs that has been shown to elicit behavioral sensitization 
(1). Methylphenidate was synthesized by Ciba chemist Leandro Panizzon. His wife, 
Marguerite, had low blood pressure and would take the drug as a stimulant before playing 
tennis. He named the substance Ritaline, after his wife's nickname, Rita (2). 
Its use has increased rapidly over the years and currently the drug is often prescribed for a 
large span of ages from childhood through adolescence and up to adulthood, thus 
facilitating the study of its effect on human physiology. Therefore, it there is an abundance 
of opportunities to study its various effects on the human organism.  
Methylphenidate is a piperidine derivative, structurally related to amphetamines and acts as 
a CNS stimulant. Methylphenidate has been widely used since 1937 for numerous 
indications including attention deficit hyperactivity disorder (ADHD), narcolepsy, cataplexy 
(3) and conduct disorder (4) in children and adolescents as well as adults (4). Although it 
has been indicated for ADHD since 1957 it has gained widespread use during the last two 
decades (5). Methylphenidate was found to affect brain sterol metabolism in mice by 
inhibition of the incorporation of its precursors, acetate and glucose, into the brain and by 
reduction of the brain’s sterol levels (6). This reduction was found to occur within 24 hours 
in the neuronal cellular membrane, the site of methylphenidate’s action (6).  
2. Risk factors of atherosclerosis and cardiovascular disease 
Atherosclerosis is a slowly progressive process starting at a young age (7). Therefore, many 
effective measures are taken early in life to prevent future cardiovascular disease 
worldwide, the most important being the awareness of a proper lifestyle, including physical 
activity, a proper diet, and abstaining from drugs and habits that may increase the 
likelihood of atherosclerosis through the development of different risk factors (e.g., 
hyperlipidemia). 
Several reports (8-9) found no association between prolonged administration (1 to 4 years) 
of methylphenidate to hyperactive boys regarding hematopoietic, endocrine (including 
blood glucose levels), hepatic or cardiovascular function. This is unlike the 
hypercholesterolemic effect of various psychotropic medication (see below) that can cause 
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hypercholesterolemia secondary to cholestasis(10). It is known that cholestasis can cause 
hypercholesterolemia (10). Serum cholesterol appeared to be dominantly affected by 
lipoprotein X. Intra-hepatic cholestasis leading to reflux of bile lipids into the blood stream 
and subsequent formation of lipoprotein X appears to be the mechanism (11) underlying 
this phenomenon . 
2.1 Methylphenidate's toxicity 
The therapeutic use of methylphenidate for the management of ADHD in children is 
constantly increasing. As therapeutic use this increases the risk of unintentional overdoses, 
medication errors, and intentional overdoses caused by abuse, misuse, or suicide attempts. 
Side effects, which include nervousness, headache, insomnia, anorexia, and tachycardia 
increase linearly with dose (3). Clinical manifestations of overdose include agitation, 
hallucinations, psychosis, lethargy, seizures, tachycardia, dysrhythmias, hypertension, and 
hyperthermia. Hepatotoxicity was reported in rodents (11). A possible mechanism is 
inhibition of cytochrome p-450 (12). There are few reports about different organ failure. 
These were manifested by abnormal liver function enzymes, poor urine output, 
hypotension, tachypnea, tachycardia, abnormal blood gases, rising serum BUN and 
creatinine, and hyperactive deep-tendon reflexes (13). Despite its abuse potential, there is 
disagreement regarding the extent to which methylphenidate is being diverted from 
legitimate use to abuse in children and adolescents.  
Gontkovsky et al (14) reported a decrease of 26% in serum glucose values after 
methylphenidate initiation in a patient post- cerebellar tumour resection.  
Being a neurostimulant, the possible linkage of methylphenidate to the cardiovascular 
system was investigated. The data are controversial. Samuels et al. (8) investigated the effect 
of methylphenidate on blood pressure. Their study provided evidence for a possible 
negative cardiovascular effect of the stimulant medication on children with ADHD. Vitiello 
(15) did not find clinically significant changes in cardiovascular function in the majority of 
cases investigated. However, Langendijk et al (16) in their review show an increase in blood 
pressure and heart rate among adults treated with methylphenidate as being a risk factor for 
cardiovascular event, and Rapport et al (17) described a transient increase in blood pressure 
and heart rate among children treated by methylphenidate for ADHD. This was dose 
dependent and easily rectified with dosage adjustment. Spivak et al (18) reported a 
thrombocythopenia and decreased levels of norepinephrine, dopa and serotonine in 
children treated for three months with methylphenidate which means inhibitory impact on 
platelets activation.  
Heart failure due to idiopathic dilated cardiomyopathy (DCM) is uncommon in young 
people. Cocaine and amphetamines are known to have caused dilated cardiomyopathy (19). 
There are very few reports linking methylphenidate therapy to DCM. Two reports from 
Norway described serious cardiomyopathy in young patients treated with methylphenidate 
(20-21). One of them was severly obese (BMI-40). An obesity-linked susceptibility to the 
toxic effect of methylphenidate could, therefore, play a role in the development of DCM in 
this patient. This is remarkable especially with regards to the short (one year) duration of 
the treatment. With a BMI of 40 the above mentioned patient had suffered from extreme 
obesity. The hyperdynamic circulation, with increased cardiac output, thought to be a 
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compensatory adaptation to increased adipose tissue may, at the expense of left ventricular 
hypertrophy and remodeling, lead to non ischemic dilated cardiomyopathy in severe obese 
subjects (22, 23). This is, however, unlikely to be the only cause. Human obesity is also 
characterized by sympathetic nervous activation (23). The concern is that methylphenidate 
is the responsible agent. Although the number of patients treated with this drug is high, and 
the reported cardiovascular side effects are few, scientists were concerned about the serious 
long term results this side effect could have on children and young adults. No guidelines are 
available to help identify individuals prone to cardiomyopathy due to central stimulating 
drugs.  
Cardiac adverse effects from methylphenidate have been shown to affect myocardial ultra-
structure in rats. This effect was irreversible after 12 weeks (24, 25). Methylphenidate is a 
drug which stimulates the central nervous action and produce similar effects as 
amphetamines. Both drugs increase synaptic and intracellular norepinephrine and 
dopamine in rodents and baboons (25, 26). For amphetamine the mechanism has been 
shown to trigger both an increased release of catecholamines and blocking their synaptic 
reuptake and degradation (26-27). It is the increase in adrenergic action that is believed to be 
cardiotoxic over time and promote cardiomyopathy (24, 28). This can be understood by the 
observation that, in transgenic mice, myocardial over expression of beta-adrenergic 
receptors was associated with myocyte apoptosis and the development of dilated 
cardiomyopathy (27, 29).  
3. Methylphenidate and dyslipidemia 
In many cases methylphenidate is prescribed for extended periods of time, usually starting 
from childhood or adolescence. Therefore, in the long run any metabolic consequence of the 
treatment might be deleterious, especially when atherosclerosis is considered. From this 
perspective, it seemed essential to substantiate the potential of methylphenidate to affect 
lipid profile. In order to evaluate this, we first looked into the possibility that other 
psychotropic drugs have an impact on cholesterol and tryglicerides. 
Hyperlipidemia is one of the major risk factors for atherosclerosis and cardiovascular diseases 
(30, 31). The causes of lipid metabolism abnormalities are mainly genetic. Established causes 
for secondary dyslipidemia include inappropriate lifestyle, liver disease, renal disease and 
thyroid disease (7, 9). The various drugs that are known to affect lipid metabolism include 
hormones (glucocorticoids, estrogens and androgens), beta-blockers, and diuretics (3, 7, 32-40). 
Several psychotropic drugs were reported to cause secondary hyperlipidemia, especially 
carbamazepine, phenobarbital, tricyclic antidepresants (in particular amitriptyline), second-
generation antipsychotic medication, mainly olanzapine but also risperidone and ziprasidone. 
In their extensive review Ruetsch and co-writers elaborate on weight gain induced by 
psychotropic medications (38). According to this and many other reports weight gain is the 
mainstay of the psychotropic pharmacological induced hyperlipidemia. Weight gain was 
found to induce dyslipidemia in correlation with dosage and duration of treatment (38). In 
addition to increased total cholesterol and low-density lipoprotein cholesterol (LDL-c) there 
was also a tendency to elevate blood pressure levels and thus enhance the impact on the 
development of atherosclerosis (31-34)., These can aggravate health risks, including higher rate 
of coronary heart desease, ischemic stroke due to impaired glucose tolerance, diabetes 
mellitus, dyslipidemia, respiratory problems.  
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Weight gain appears to be most prominent with some mood stabilizers (e.g. lithium, 
valproate, 34-38). According to current concepts, appetite and feeding are regulated by a 
complex of neurotransmitters, neuromodulators, cytokines and hormones interacting with 
the hypothalamus, including leptin and tumor necrosis factor system (37-39). The 
pharmacologic mechanisms underlying weight gain are presently poorly understood: 
possibly the various activities at some receptor systems may induce it, but also genetic 
predisposition plays an important role. In addition the insulin-like effect of lithium is well 
known.  
Weight gain has been described since the discovery and the use of the first psychotropic 
drugs, but seems to intensify especially with some of the second generation antipsychotic 
medications. Understanding of the side effects of psychotropic drugs, including their 
metabolic consequences (weight gain, diabetes, dyslipidemia) is essential in order to avoid, 
firstly, a risk of lack of compliance with the ensuing risk of relapse and re-hospitalization, 
and secondly, the acute, life threatening events (diabetic ketoacidocetosis and non ketotic 
hyperosmolar coma) and long term risk complications of diabetes and overweight (31,37,39).  
Many psychotropic drugs (especially methylphenidate) were designed to be started early in 
childhood in order to improve various target organ, cognitive and neuropsychiatric 
functions. These medications appeared to be very potent and significantly changed life 
quality, which led to their widespread use all over the world (5). This medications are often 
continued for a long periods (years) and may cause unfavorable metabolic effects. Rader 
and Hobbs (40) reported that some of these drugs affect lipid and lipoprotein metabolism 
and increase or decrease atherogenicity.  
Methylphenidate is the most abundantly used medication for the treatment of ADHD in all 
ages worldwide (5). It is well known that methylphenidate has an effect on intracellular 
cholesterol in the brain, but to date its effect on plasma lipid metabolism has been studied to 
a limited extent in clinical setting (6, 41). We recently published the results of a randomized 
study that examined the effect of methylphenidate on blood lipid levels (42). A total of 42 
outpatients with an established diagnosis of ADHD were studied. The baseline 
characteristics of the study group are presented in Table 1. There were 22 males and 20 
females whose median age was 16 years (range 11-31). Table 2 displays the differences in the 
examined parameters before and after a 3 month treatment by methylphenidate. BMI didn't 
change during the study period. Significant decrease was found in total cholesterol, LDL- c 
and tryglicerides levels. Non significant changes were seen in HDL-c, apolipoprotein A and 
apolipoprotein B levels. The changes in Lp (a) unexpectedly turned out to be statistically 
significant. There were no gender- based differences in any of these parameters after 
adjustment according to age, nor any correlations between the lipid parameters. 
This is the first investigation into the impact of methylphenidate on plasma lipid profile and 
atherosclerosis. The results of the current study showed that methylphenidate has a 
significant and positive impact on the lipid and lipoprotein profile with regard to 
atherosclerosis. It significantly decreases total cholesterol, triglycerides and the main 
atherosclerotic lipoproteins, LDL-c and Lp(a). There is no good explanation of lipid 
lowering mechanism. However, in contrast to other psychotropic medication it didn't cause 
weight gain. The possible explanation: amphetamine related agents-(including 
methylphenidate) increase synaptic dopamine by stimulating presynaptic release of the last 
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Age (years) 16 14 22 
Males 52%   
BMI 22 20 24 
T-Chol(mg/dl) 157 142 179 
HDL-C(mg/dl) 51 45 64 
LDL-C(mg/dl) 93 74 114 
Trigl(mg/dl) 76 58 100 
Apo A(mg/dl) 122 109 137 
Apo B(mg/dl) 71 56 83 
Lp(a)(mg/dl) 23 9 40 
BMI,body mass index ; HDL-C, high density lipoprotein; 
LDL-C, low density lipoprotein; Apo A, apolipoprotein A 
Apo B, apolipoprotein B; Lp (a), lipoprotein (a). 
Table 1. Patient characteristics (n = 42) 
 
Variable Median Lower quartle Upper quartle p*= 
ΔBMI 0 0 0.3 0.24 
Δ T-Chol (mg/dl) -9 -15 -3 0.0002 
Δ HDL-C(mg/dl) 2 0 4 0.1 
Δ LDL-C(mg/dl) -5 -8 1 0.016 
Δ Trigl(mg/dl) -8 -15 -3 0.016 
Δ Apo A(mg/dl) -4. -12 7 0.16 
Δ Apo B(mg/dl) -2 -5. 5 0.6 
Δ Lp(a)(mg/dl) -2 -5 0 0.0007 
ΔnonHDLC(mg/dl) -11 -18 -2 0.0001 
Δ-difference 
* Based on Wilcoxson test. 
Table 2. Differences in lipid profile and BMI parameters before and after the treatment by 
methylphenidate. 
and cause an anorexigenic effect by changes in hypothalamic monoaminergic activity and in 
the anorexigenic cocaine-amphetamine –regulated transcript neuropeptide ( CART) 
expressed in the paraventricular nucleus and hypothalamic perifornical nucleus (43, 44). 
Conclusion: the presented data support some positive effects on lipid profile by decreasing 
total cholesterol, triglycerides, LDL-c and Lp (a). No conclusions could be reached concerning 
atherosclerosis. 
4. Limitations 
These conclusions are tentative because of the large rate of early drop outs from the studies, 
which may limit the validity of the results. The study was performed on a relatively small 
number of patients (42 patients) mostly teenagers. There is not enough data about impact of 
methylphenidate on adult population. The reported short term study, conducted for three 
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months, showed positive effects on lipid profile. However it doesn't allow us to predict 
whether this effect will persist and whether atherosclerosis will develop.  
Further, large, well-designed trials are necessary to establish the different metabolic effects 
of methylphenidate 
5. References 
[1] Yang P, Swann A, Dafny N. Valproate prevents the induction and expression of MK-801 
sensitization. Brain Res 2002; 954: 151-159. 
[2] Mayers RL Methylphenidate (Ritalin). In "The 100 most important chemical compounds: 
a reference guide". pp- 178-180. Greenhood publishing group 2007. 
[3] Leonard B, McCartan D,White J,King D. Methylphenidate: a review of its 
neuropharmacological, neuropsychological and adverse clinical effects. Hum 
Psychopharmacol Clin Exp.2004; 19: 151-180. 
[4] Gerardin P, Cohen D, Mazet P, Flament M. Drug treatment of conduct disorder in young 
people. Eur Neuropsychopharmacol 2002; 12: 361-370.  
[5] Gonzalez de Dios J, Cardo E, Servera M. Methylphenidate in the treatment of attention 
deficit/hyperactivity disorder: are we achieving an adequate clinical practice? Rev 
Neurol 2006; 43:705-714. 
[6] Kabara JJ. Brain cholesterol XVIII: EFFECt of methylphenidate (Ritalin) on [U-14C] 
glucose and [2-3H] acetate incorporation. Proc Soc Epidemiol Biol Med 1975; 150: 
525-528. 
[7] Botton J, Heude B, Kettaneh A, Borys JM, Lommez A, Bresson JL, Ducimetiere P, Charles 
MA; FLVS Study Group. Cardiovascular risk factor levels and their relationships 
with overweight and fat distribution in children: the Fleurbaix Laventie Ville Sante 
2 study. Metabolism 2007;56: 614-622. 
[8] Samuels JA , Eranco K, Wan F, Sorof JM Effect of stimulants on 24 ambulatory blood 
pressure in children with ADHD Ped Nephrol. 2006; 21(1): 92-5.  
[9] Satterfield JH, Scell AM , Barb SD Potential risk of prolonged administration of stimulant 
medication for hyperactive children. Dev Behav Pediatr. 1980; 1(3): 102-107. 
[10] Zidan H, Lo S, Talano J, Alemzadeh R. Severe hypercholesterolemia mediated by 
lipoprotein X in a pediatric patient with chronic graft-versus-host disease of the 
liver. Pediatr Blood Cancer 2008; 50(6):1280-1.  
[11] Roberts S, Harbison R, Roth L, James R. Methylphenidate-induced hepatotoxicity in 
mice and its potentiation by beta-adrenergic agonist drugs. Life Sci 1994; 55 (4)269-
281. 
[12] Le Nedelec M, Rosengren R, Methylphenidate inhibits cytochrome P450 in Swiss Web 
mouse. Hum Exp Toxicol 2002 May; 21(5): 273-80. 
[13] Stechyc O, Loludice T,Demeter S, Jacobs J. Multiple organ failure resulting from 
intravenous abuse of methylphenidate hydrochloride. Ann of Emerg. Med. 
1985;14:597-599. 
[14] Gontokovsky SR, Nevel R, McDonald NB, Winkelman MH. Decreased serum glucose 
levels after initiation of methylphenidate in a patient status post- cerebellar tumour 




Methylphenidate Improves Lipid Profile 
 
191 
[15] Vitiello B . Understanding the risk using medications for attention deficit hyperactivity 
disorder with respect to physical growth and cardiovascular function Child Adoles 
Psychiatr Clin N am 2008; 17(2): 459-74 ,xi.  
[16] Langendijk PN, Wilde AA Medication for ADHD and the risk of cardiovascular 
mortality Ned Tijdschr Geneeskd 2006; 150(31) : 1713-4. 
[17] Rapport MD, Moffitt C. Attention deficit /hyperactivity disorder and methylpenidate . 
A review of height/weight, cardiovascular, and somatic complaints side effects. 
Clin Psychol Rev 2002 ;22(8): 1107-31. 
[18] Spivak B, Veref Y, Yoran-Hegesh R, Graff E, Averbuch E Vinokurow S, Weitzman A, 
Mester R. The influence of three months of methylphenidate treatment on platele-
poor biogenic amine levels in boys with attention deficit hyperactivity disorder. 
Hum Psychopharmacol. 2001 ;16(4): 333-337. 
[19] Lange RA, Hillis LD. Cardiovascular complications of cocaine use. N E J Med. 2001; 345: 
351–358. 
[20] Tollofsrude C,Hoel T. A young man with acute dilated cardiomyopathy. Tidsskr Nor 
Laegeforen. 2006; 126: 1338–1339.  
[21] Nymark T, Hovland A, Bjernstadt H, Nielsen E. A young man with dilated 
cardiomyopathy associated with methylphenidate. Vasc Health risk Manag 2008; 
4(2): 477-9. 
[22] McGavock JM, Victor RG, Unger RH, et al. Adiposity of the Heart, Revisited. Ann 
Intern Med. 2006; 144: 517–24.  
[23] Eikelis N, Esler M. The neurobiology of human obesity. Exp Physiol. 2005; 90: 673–82.  
[24] Henderson TA, Fischer VW. Effects of methylphenidate (Ritalin) on mammalian 
myocardial ultrastructure. Am J Cardiovasc Pathol.1995; 5:68–78.  
[25] Schiffer WK, Volkow ND, Fowler JS, et al. Therapeutic doses of amphetamine or 
methylphenidate differentially increase synaptic and extracellular dopamine. 
Synapse. 2006; 59: 243–51.  
[26] Knepper S, Grunewald G, Rutledge C. Inhibition of norepinephrine transport into 
synaptic vesicles by amphetamine analogs. J Pharmacol Exp Ther 1988; 247: 487–94.  
[27] Singh K, Xiao L, Remondino A, et al. Adrenergic regulation of cardiac myocyte 
apoptosis. J Cell Physiol. 2001; 189: 257–65.  
[28] Pitts WR, Vongpatanasin W, Cigarroa JE, Hillis LD, Lange RA. Effects of the 
intracoronary infusion of cocaine on left ventricular systolic and diastolic function 
in humans. Circulation 1998;97:1270- 
[29] Viles-Gonzalez JF, Anand SX, Valdiviezo C, Zafar MU, Hutter R, Sanz J, Rius T, Poon 
M, Fuster V, Badimon JJ. Update in atherothrombotic disease. Mt. Sinai J Med 2004; 
71:197-208 
[30] Ruetsch O, Viala A, Bardou H, Martin P, Vacheron M. Psychotropic drugs induced 
weight gain: a review of the literature concerning epidemiological data, 
mechanisms and management. Encephale 2005; 31:507-516. 
[31] Zeitlhofer J, Doppelbauer A, Trible G, Leitha T, Deecke L. Changes of serum lipid 
patterns during long-term anticonvulsive treatment. Clin Investig.1993; 71(7): 574-8 
[32] Yilmaz E, Dosan Y, Gurgoze M, Gungor S. Serum lipid changes during anticonvulsive 




Current Directions in ADHD and Its Treatment 
 
192 
[33] Yalcin E,Hassanzadeh A, Mawlud K. The effect of long term anticonvulsive treatment 
on serum lipid profile. Acta pediatr Jpn. 1997; 39(3):342-345 
[34] Pita-Calandre E, Rodrigez-Lopez C, Cano M, Pena-Bernal M. Serum lipids. lipoproteins, 
and apolipoproteins in adult epileptics treated with carbamazepine, valproic acid, 
or phenytoin. Rev Neurol.1998: 27(159):785-9 
[35] Lee E, Chow LY, Leung CM. Metabolic profile of first and second generation 
antipsychotics among Chinese patients. Psychiatry Res. 2011; 185(3):456-8.  
[36] Komossa K, Rummel-Kluge C, Hunger H,Schmid F, Schwarz S,Duggan L, Kissling W, 
Leucht S. Olanzapine versus other atypical antipsychotics for schizophrenia 
Cochrane Database Syst Rev. 2010 Mar 17;(3): 
[37] Newcorner J.Second-generation (atypical) antipsychotics and metabolic effects: a 
comprehensive literature review. CNS Drugs. 2005;19 Suppl 1:1-93. 
[38] Ruetsch O, Viala A, Bardou H, Martin P, Vacherone M. Psychotropic drugs induced 
weight gain: a review of the literature concerning pidemiological data, mechanisms 
and management. Encephale 2005;31(4 Pt 1):507-16. 
[39] Chang H, Chou C, Chen p, Gean P, Huang H, Lin C, Yang Y, Lu R. High prevalence of 
metabolic disturbances in patients with bipolar disorder in Taiwan. J Affect Disord. 
2009 Sep;117(1-2):124-9. Epub 2009 Feb 4. 
[40] Rader D, Hobbs H. 2005. Disorders of lipoprotein metabolism, in Harrison s Principles 
of Internal Medicine, 16 th ed. L. Kasper, E. Braunwald and A. Fauci, editors. Mc 
Graw-Hill, New -York.2286-2298. 
[41] Klein-Schwartz W. Abuse and toxicity of methylphenidate Curr Opin Pediatr. 2002 
14(2); 219-223 
[42] Charach G, Kaysar N, Grosskopf I, Rabinovich A, Weintraub M. Methylphenidate has 
positive hypocholesterolemic and hypotriglyceridemic effects: new data. J Clin 
Pharmacol. 2009; 49(7): 848-51. 
[43] Serano A, Pavon F, Tovr S, Casanueva F, Senaris R, Dieguez C, de Fonseca F. 
Oleolethanolaminde: effects on hypothalamictransmitters and gut peptides 
regulating food intake. Neuropharmacology 2011;60(4): 593-601. 
[44] Adamson T, Corll C, Syec F, Porter J. Role of the perifornical hypothalamic monoamine 
neurotransmitter system in anorectic effects of endotoxin. 2010; 91(1): 48-55. 
www.intechopen.com
Current Directions in ADHD and Its Treatment
Edited by Dr. Jill M. Norvilitis
ISBN 978-953-307-868-7
Hard cover, 302 pages
Publisher InTech
Published online 15, February, 2012
Published in print edition February, 2012
InTech Europe
University Campus STeP Ri 
Slavka Krautzeka 83/A 
51000 Rijeka, Croatia 
Phone: +385 (51) 770 447 
Fax: +385 (51) 686 166
www.intechopen.com
InTech China
Unit 405, Office Block, Hotel Equatorial Shanghai 
No.65, Yan An Road (West), Shanghai, 200040, China 
Phone: +86-21-62489820 
Fax: +86-21-62489821
The treatment of Attention Deficit Hyperactivity Disorder is a matter of ongoing research and debate, with
considerable data supporting both psychopharmacological and behavioral approaches. Researchers continue
to search for new interventions to be used in conjunction with or in place of the more traditional approaches.
These interventions run the gamut from social skills training to cognitive behavioral interventions to meditation
to neuropsychologically-based techniques. The goal of this volume is to explore the state-of-the-art in
considerations in the treatment of ADHD around the world. This broad survey covers issues related to
comorbidity that affect the treatment choices that are made, the effects of psychopharmacology, and non-
medication treatments, with a special section devoted to the controversial new treatment, neurofeedback.
There is something in this volume for everyone interested in the treatment of ADHD, from students examining
the topic for the first time to researchers and practitioners looking for inspiration for new research questions or
potential interventions.
How to reference
In order to correctly reference this scholarly work, feel free to copy and paste the following:
Gideon Charach, Nechemia Kaysar, Alexander Rabinovich, Ori Argov and Moshe Weintraub (2012).
Methylphenidate and Dyslipidemia, Current Directions in ADHD and Its Treatment, Dr. Jill M. Norvilitis (Ed.),
ISBN: 978-953-307-868-7, InTech, Available from: http://www.intechopen.com/books/current-directions-in-
adhd-and-its-treatment/methylphenidate-and-dyslipidemia
© 2012 The Author(s). Licensee IntechOpen. This is an open access article
distributed under the terms of the Creative Commons Attribution 3.0
License, which permits unrestricted use, distribution, and reproduction in
any medium, provided the original work is properly cited.
